Dear Editor,
We read with great interest the report by Molloy et al 1 concerning an African American male neonate born with obvious evidence of severe hemolysis and methemoglobinemia. Following decrease in blood methemoglobin levels, the total serum bilirubin continued to rise, requiring exchange transfusion because of a total bilirubin concentration of 20 mg/dl. End tidal carbon monoxide was more than four times the normal concentration, confirming severe hemolysis. It became apparent that 1 week prior to the delivery, the mother's household had been exposed to naphthalene which had been spilt into a heating vent, and the authors concluded that the hemolytic anemia and methemoglobinemia were the result of transplacentally acquired naphthalene (or a metabolite thereof) intoxication.
While inhalation of naphthalene due to exposure to mothballs, in and of itself, may be a cause of severe hemolysis, glucose-6-phosphate dehydrogenase (G-6-PD) deficiency is more commonly associated with severe neonatal hemolysis and even kernicterus following exposure to naphthalene. 2, 3 Indeed, G-6-PD-deficient individuals should avoid naphthalene. 4 Hemolysis following accidental ingestion of naphthalene in a G-6-PD-deficient African American female has also been described 5 and drug-induced methemoglobinemia has been reported in G-6-PD-deficient individuals. 6 In light of the close to 13% frequency of G-6-PD deficiency in male African American neonates 7 and the strong association between naphthalene exposure, hemolysis and G-6-PD deficiency, we were surprised that the patient described had not been tested for G-6-PD deficiency. While it is possible that naphthalene per se was the cause of the baby's condition, we believe it likely that the severe hemolysis causing hyperbilirubinemia and requiring exchange transfusion was predisposed to, at least in part, by G-6-PD deficiency. Determination of the child's G-6-PD status even at this stage may be instrumental in preventing future hemolytic episodes for him or his family. 
